Enlargement of the thyroid gland is an unusual finding in cretins outside endemic goitrous areas. Wilkins, Clayton and Bertirong (1954) , reviewing published cases of non-endemic goitrous cretinism, collected reports of 32 cases and described a further four cases of their own. Other cases have been reported by Rienhoff (1940) and Smallpeice (1949) .
The (Hamilton, Soley, Reilly and Eichorn, 1943; Lerman, Jones and Calkins, 1946; Stanbury and Hedge, 1950; Stanbury, 1951; Hubble, 1953a; McGirr and Hutchison, 1953; Wilkins et al., 1954) and have shown that the enlarged thyroid glands have an unusual avidity for iodine, unlike cases of non-goitrous sporadic cretinism in which there is little or no uptake of radioactive iodine. From these facts the aetiology of non-endemic goitrous cretinism would appear to be a complete or partial failure of production of thyroid hormone with, presumably, an excessive secretion of pituitary thyrotropic hormone resulting in hyperplasia of the thyroid gland. An identical condition may also be produced by the action of goitrogenic agents and is known to occur in the newborn infant following administration of thiouracil to the mother during pregnancy (Elphinstone, 1953 (Fig. 2) This result indicates that at least one-third of the radioactive iodine accumulated in the thyroid gland after four hours remained in an inorganic, unbound form.
The mother's radioactive iodine uptake was also investigated and was found to be normal.
Results of radioactive iodine studies in previously reported cases have shown that the defect in nonendemic goitrous cretinism may occur at different stages in the elaboration or secretion of thyroid hormone. In almost all cases the ability of the thyroid gland to take up iodine to an unusual degree has been demonstrated, and it is in the subsequent behaviour of the gland that the differences arise. Hamilton et al. (1943) found thyroxine in the thvroids of two patients after removal and suggested that there was a failure to release the hormone from the gland. In one of the cases reported by Hubble (1953a) (Hubble, 1 953b) . However, in the absence of any family history of endemic goitre or of residence in an endemic area this diagnosis could not be upheld. Since neither parent has ever shown symptoms of hypothyroidism, and the mother has a normal radioactive iodine uptake, it is possible that the goitres in the parents are purely coincidental. It would, however, be more satisfactory, especially in view of the strong genetic factor in goitrous cretinism, to explain the occurrence of goitres in three members of a family on the basis of a similar defect. Such an explanation is, in fact, possible if it is assumed that the parents had suffered a minimal deficiency of thyroxine production which, in the periods of increased demand for hormone during childhood. had led to recurrent hyperplasia of the thyroid followed by involution, in a successful attempt to overcome the tendency to hypothyroidism. This train of events would explain the development of a colloid goitre. The subsequent maintenance of a euthyroid state, particularly after partial thyroidectomy, is difficult to explain although the demand for thyroid hormone might now be so small as to be met by even a diminished amount of imperfectly functioning thyroid tissue. From a genetic point of view, in order to explain the incidence of what is probably a recessive defect in both parents of an affected individual, it is necessary to postulate an incompletely recessive gene which is responsible in the heterozygous parents for a mild form and in the homozygous infant for a severe form of the disease. This is undoubtedlv labouring the theory and it must be concluded that the significance of the goitres in these parents is not at present completely understood. Summary A case of non-endemic goitrous cretinism is described.
The results of radioactive iodine studies indicate a failure of conversion of inorganic iodide to organic iodine compounds.
The significance of goitres in both parents is discussed and it is suggested that the abnormal gene in this family is an incomplete recessive. 
